Hepatic involvement in amyloidosis is common but obstructive jaundice is a very rare complication. Occasional patients with AL amyloidosis develop obstructive jaundice as a consequence of severe intrahepatic cholestasis, but review of the English literature reveals only 23 such cases. We report a further case of obstructive jaundice due to amyloidosis in which the diagnosis was particularly difficult to establish because the amyloid material was Congo red negative. CASE REPORT. A 44-year -old previously healthy plumber was admitted to hospital with a three month history of progressive jaundice, pale stools, dark urine and itch. He complained of malaise and abdominal discomfort and had lost 14 lbs in weight. His alcohol intake was 18 units per week and he had no particular risk factors for viral hepatitis. His only medication was oxytetracycline 250mg twice daily for acne rosacea, which he had taken for five years. Examination revealed deep jaundice. There were no stigmata of chronic liver disease. The liver was enlarged to 4cm below the costal margin, firm, smooth and non-tender. The kidneys and spleen were not palpable. There was no oedema, no peripheral neuropathy and no evidence of cardiac failure. He did not have macroglossia or bruising. Urinalysis revealed glycosuria but no proteinuria.
19-9 g/l (5-16) but there was no reduction in the levels of the other immuno - globulins to suggest an immune paresis. An I g G paraprotein of 15 g / 1 was identified on electrophoresis of stored serum. Chest X -ray and electrocardiogram were within normal limits. Ultrasound scan failed to identify any abnormality except thickening of the gallbladder. Computerised tomography confirmed hepatomegaly with minimal reduction in liver attenuation values; the spleen and pancreas appeared normal. After correction of the prothrombin time with fresh frozen plasma, percutaneous transhepatic cholangiography was attempted to exclude biliary obstruction. The procedure was technically difficult and three passes were made before the biliary tree was entered. There was no biliary dilatation but filling of the duodenum could not be demonstrated and an ampullary lesion was suspected. The procedure was complicated by abdominal pain and a fall in haemoglobin of 5 g/dl. Endoscopic retrograde cannulation of the pancreatic duct was therefore attempted but was unsuccessful due to distortion of the duodenum by extrinsic compression. At laparotomy the liver was found to be enlarged, but there was no evidence of extrahepatic biliary obstruction. A retroperitoneal haematoma was evacuated and a wedge liver biopsy performed. Postoperatively acute renal failure developed, characterised by oliguria and rapidly rising serum creatinine to greater than 500 pmol/l. Haemodialysis was complicated by hypotension. Serum bilirubin reached 600 pmol/l. The patient lost consciousness and required artificial ventilation but despite these measures died 32 days after admission to hospital. Light microscopy of the operative liver biopsy (Fig 1) confirmed the presence of marked cholestasis, with slight bile duct proliferation. The hepatic architecture Histological examination showed infiltration of multiple organs with amyloid material. The heart, thyroid gland, adrenal glands, pancreas, spleen and kidneys were all involved. The appearances of the kidneys on light microscopy were typical (Fig 3) . Amyloid material was noted around renal arterioles, in the interstitium and to a lesser extent, focal glomerular infiltration. The renal tubules showed a significant degree of flattening of the tubular epithelium with tubular dilatation indicative of acute tubular necrosis. In the thyroid gland there was striking separation of the follicles by the amyloid material. Immunoperoxidase staining for calcitonin was negative as were the conventional light microscopical stains for amyloid. Involvement of the adrenal glands was confined to the medulla with compression atrophy of the medullary parenchymal cells and a notable sparing of the adrenal cortex. Within the pancreas the ducts and blood vessels were infiltrated by same material. The splenic arterioles were involved along with diffuse infiltration of the splenic red pulp. The heart showed diffuse interstitial infiltration. 10, 11, 12, 13 In one case amyloid was present in a liver biopsy specimen before treatment and absent after treatment.10
DISCUSSION
Colchicine and dimethylsulphoxide have also been tried'4 but no treatment has been reported to be of benefit in cases of severe cholestasis. 5 The prognosis in such cases is very poor.
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